INTRODUCTION
Classically, several therapeutic options have been described to treat patients affected by hidradenitis suppurativa (HS). Adalimumab is the only biologic approved by the US Food and Drug Administration available for therapy of moderate-to-severe HS. However, treatment may not always get the desired results, and adverse events may be possible. Alternative therapies are being studied for HS, including treatments using the interleukin (IL)-17A inhibitor. 1 We report the potential double pathogenetic face of secukinumab in HS, describing a case of secukinumab-induced HS in a psoriasis patient successfully treated with adalimumab, and a case of HS and related psoriasiform eruption caused by adalimumab treatment, controlled by secukinumab therapy.
CASE 1
A 63-year-old man suffering from HS since 2008 was admitted to our clinic in August 2017. On examination, inflammatory papules, nodules, abscesses, and fistulae were observed in the perineal area and the buttocks (Fig 1, A) . His HS was staged as severe (Hurley stage III). His medical history was unremarkable, except for hepatitis B, treated with entecavir, obtaining negativization of the viral load. The patient had undergone different HS treatment regimens over the years including rifampicin/clindamycin, cyclosporine, and infliximab, which provided only limited and temporary benefit. The patient also underwent a range of surgical interventions to control skin lesions. In September 2017, he started treatment with adalimumab with standard dosage for HS. HS lesions slightly improved after 8 weeks, when an erythematous-desquamative eruption located on the lower limbs appeared (Fig  1, B) . The patient did not take other drugs concurrently. A skin biopsy found parakeratosis without hyperkeratosis, acanthosis with downward elongation of rete ridges, thin granular cell layer, suprapapillary thinning, and neutrophils in parakeratotic scale, confirming the diagnosis of a psoriasiform eruption. Therefore, adalimumab therapy was discontinued, and secukinumab (300 mg at weeks 0, 1, 2, 3, and 4 and then every 4 weeks) was started, achieving partial HS improvement and psoriasiform eruption resolution within the first 8 weeks of treatment (Fig 1, C and D) .
CASE 2
A 46-year-old man, affected by psoriasis, was admitted to our department for a routine follow-up visit in July 2017. The patient had undergone different psoriasis treatment regimens over the years including cyclosporine, methotrexate, and ustekinumab. Because of the persistence of psoriasis skin lesions, the patient started secukinumab treatment (300 mg at weeks 0, 1, 2, 3, 4 and then every 4 weeks) in November 2016 with good results. At the follow-up visit in July 2017, psoriasis skin lesions were confined to dorsal aspects of both hands, particularly on periungueal area and nails (Fig 2, A) . A full dermatologic examination found the presence of multiple erythematous nodules and papules, as well as some abscesses, localized at the axillary, inguinal, and abdominal areas (Fig 2, B and C ) . The patient did not take other drugs concurrently. The patient related that the lesion had developed for 3 months, progressively increasing as the time went by. A skin biopsy was taken from a nodule of the abdominal region showing the presence of a hyperplastic epidermidis and a perifollicular inflammatory infiltrate with neutrophils, lymphocytes, and histiocytes. As far as his family history is concerned, his mother was affected by HS. Based on medical history and clinical and histologic examinations, a diagnosis of HS was made. Secukinumab treatment was interrupted, and a combined rifampicin plus clindamycin regimen (300 mg twice a day or 600 mg/d and 300 mg twice a day, respectively) was conducted for 6 weeks with partial clinical improvement of HS lesions. Afterward, the patient started on adalimumab treatment (160 mg at day 1, 80 mg at day 15, 40 mg at day 29, then 40 mg weekly) with a greater clinical response of HS lesions and psoriasis.
DISCUSSION
Adalimumab constitutes the only biologic therapy for HS approved by the US Food and Drug Administration. 1 However, lack of efficacy and adverse events may also be associated with this therapy. Increased IL-17 serum concentrations has been seen in patients with HS as well as a significantly increased number of IL-17eproducing cells in lesional and in perilesional HS skin compared with healthy subjects.
2,3 Therefore, IL-17 pathway may play a key role in HS pathogenesis. Currently, 4 case reports described a significant improvement of lesion activity and inflammation with secukinumab in HS patients. [4] [5] [6] [7] Furthermore, secukinumab is now in phase I trial for HS treatment. We report these 2 clinical cases to highlight the possible double face of secukinumab in HS management, describing possible complete resolution of HS lesions as well as possible paradoxical reactions such as antieIL-17einduced HS onset. In this context, a parallel between secukinumab and adalimumab can be drawn. Nevertheless, adalimumab is approved for HS and psoriasis treatment, and paradoxical cases of HS or psoriasiform eruption induced by this antietumor necrosis factor (TNF)-a are described in literature. 8 Particularly, a multicenter nationwide retrospective study was recently published reporting a paradoxical HS under biological agents with adalimumab being responsible of 48% new HS onset cases. 9 An imbalance in cytokine production, an unopposed type I interferon production, and a shift toward a helper T cell 1/helper T cell 2 profile may play a role. Particularly, for psoriasiform eruptions, it is hypothesized that TNF-a inhibition may stimulate increased maturation of plasmacytoid dendritic cells with uncontrolled production of interferon-a, favoring T-cell homing to the skin and activation of T cells to produce TNF-a and IL-17. 10 This finding may explain the efficacy of antieIL-17 on the psoriasiform eruption observed in our HS patient, as increased IL-17 levels in HS skin and serum justify antieIL-17 efficacy in HS lesions too. On the other hand, hypotheses to explain the occurrence of HS under anti-TNF-a are scant: local modification of cytokine balance and activation of alternate pathways such as interferon type I or IL-1b have been advanced, together with a potential favoring action on occult infection, which is a well-known trigger for HS. 10 To the best of our knowledge, we have described the possible HS paradoxical onset of HS under antieIL-17 therapy, suggesting that paradoxical adverse events are not restricted to antieTNF-a agents and close surveillance of new available biological drugs is warranted to detect the occurrence of new or as yet undescribed events.
